Case Series {#sec1-1}
===========

Case 1 {#sec2-1}
------

A 46-year-old female patient presented with undocumented weight loss, cough, and anorexia for 1 month and acute onset weakness of bilateral lower limb followed by weakness of truncal muscles and upper limb for 12 days. It was ascending, without any bladder bowel or sensory symptoms. There was no involvement of cortex, cerebellum, or higher mental function. There were no preceding upper respiratory or diarrheal illness. Her sputum was positive for M. tuberculosis \[[Figure 1](#F1){ref-type="fig"}\]. Her chest X- ray \[[Figure 2](#F2){ref-type="fig"}\] showed fibrosis and old healed lesion of past tuberculosis. She had a past history of ATT intake 16 years ago for sputum positive pulmonary tuberculosis.

![ZN staining showing AFB](JFMPC-8-1794-g001){#F1}

![Chest X-ray fibrosis and old healed lesion](JFMPC-8-1794-g002){#F2}

On examination, she had generalized areflexia. Nerve conduction studies (NCS) was suggestive of AIDP and CSF protein was 122 mg/dL without any cellularity. Her HIV status was negative. She was treated with IVIG, although recovery was incomplete in 3 months of follow-up. But she was cured of pulmonary TB.

Case 2 {#sec2-2}
------

A 32-year-old male presented with cough, hemoptysis for 18 days and bilateral lower limb weakness for 2 days which was distal to start with gradually progressed to involve hip muscles. On examination, there was acute flaccid paraplegia. There were patchy sensory loss and left seventh LMN CN palsy without any autonomic or bladder bowel involvement. His NCV was suggestive of AIDP and CSF protein was 158 mg/dL with three lymphocytes. His sputum was negative but sputum was positive by gene expert for tuberculosis. He was treated with intravenous immunoglobulin and CAT 1 ATT and completely recovered neurologically by 6 weeks.

Case 3 {#sec2-3}
------

A 52-year-old male patient with past history of sputum positive tuberculosis presented with progressive shortness of breath and cough with sputum production for last 3 months. But for last 5 days he complained of sudden onset weakness of bilateral lower limb followed by truncal and upper limb weakness. On examination, his right sided chest shows signs of volume loss with bronchial breath sound with coarse crepitations which was confirmed by CT chest \[[Figure 3](#F3){ref-type="fig"}\]. On nervous system examination, his higher mental examination were normal with generalized areflexia. Chest X-ray was suggestive of right sided fibrosis lung. NCS \[[Figure 4](#F4){ref-type="fig"}\] was suggestive of AMAN. And his CSF protein was also raised without cellularity done on day 11^th^ of symptom onset. Patient\'s weakness started improving on itself. Patient was treated with CAT 2 ATT.

![CECT chest showing active lesions](JFMPC-8-1794-g003){#F3}

![NCS showing CMAP reduced, SNAP normal suggestive of AMAN](JFMPC-8-1794-g004){#F4}

Case 4 {#sec2-4}
------

A 39-year-old male patient presented with progressive cough for 2 months with anorexia and weight loss. There was no history of hemoptysis. His father was diagnosed to have pulmonary tuberculosis 1 year ago and was a defaulter.

Apart from chronic cough he presented with low back pain and leg paresthesias and weakness for last 15 days. He had transient bladder involvement. On examination, his lower limb power was 0/4 with areflexia. He underwent MRI \[[Figure 5](#F5){ref-type="fig"}\] lumbosacral spine which revealed marked enhancement of thickened nerve roots in conus medullaris and cauda equina. He was diagnosed to be sputum positive pulmonary tuberculosis. Earlier MRI findings were explained on the basis of tuberculosis until his CSF showed albumin-cytological dissociation. To confirm the diagnosis, his GQ1b was sent which came out to be positive. He was treated with IVIG and showed marked improvement and was concomitantly treated with ATT.

![Marked contrast enhancement and thickened nerve roots in cauda and conus region](JFMPC-8-1794-g005){#F5}

Discussion {#sec1-2}
==========

The association has mostly been reported with pulmonary tuberculosis. All previously reported cases had features suggesting tuberculosis prior to the onset of weakness. With high prevalence of pulmonary tuberculosis, it is likely that GBS may also be prevalent but is unrecognized or treated as possible tuberculous radiculitis, and therefore it is imperative to know the likely association of this communicable disease with this highly treatable immune condition. The subtype of GBS described in this series\[[@ref8]\] follow the same distribution as in the rest of the world: AIDP is the most common (73.8%), followed by AMAN (13.4%) and AMSAN (4.6%). The AMSAN variant is very rare and has a worse prognosis and delayed recovery. Peripheral neuropathies in association with TB infection are very uncommonly reported except polyneuropathy related to isoniazid and ethambutol toxicity, apart from these toxic forms, reports are in form of acute or chronic demyelinating polyneuropathy.\[[@ref9]\] The exact pathogenesis of GBS associated with TB remains obscure but it is believed to be due to a molecular mimicry leading to the immunological attack of peripheral nerves. This concept of molecular mimicry is further supported by studies showing clinical improvement after receiving immunomodulatory agents. The antigens production mechanism would be caused by the liberation of tuberculosis bacillus proteins or by the liberation of cytokines, mainly tumor necrosis factor alpha, both related to the action of tuberculosis treatment.\[[@ref10]\] A cell-mediated delayed hypersensitivity reaction to, or invasion of the nerve roots by tubercle bacilli would seem to be the likely explanation of the neuropathy.\[[@ref11]\] In our study, two patients had complete recovery, one had partial and last had incomplete recovery. Only three patients received IVIG. Since tuberculosis in India has high prevalence and tuberculosis is primarily diagnosed at primary healthcare level, hence it is very important for primary care physicians to be very alert when a patient presents with neurological illness that too pure motor along with symptoms of tuberculosis and these cases are not wrongly attributed to tuberculosis. These cases are very rare and physician must be very alert when any patient presents with acute pure motor weakness along with respiratory symptoms.
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